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Research progress of hepatocellular carcinoma progenitor cells during

hepatocarcinogenesis
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o ) R 2 B T HePC, iiE 82 7 HePC IIAEAE .
T RS 00 (10 ST AT A RE N R B S, B — e R
5 N AR BSOS . DEN 2 — M b = 80
WY, e SR BN R 1R R 4 R AR A S
75 R BUR RAL , I = AEAR A A ) HCC 25717, 11T
J&AHCC™. H 5T H % N HCC FEHH 475
MR, HCC & 5 4% H B A &1 B 5 ot 1) — 20
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W 78 3 38 ST AN A 9 HCC /) BRARE Z8 6f H rp 5400
JL 2R AT 1 2138 B R AR 7T HePC SRR . 2 A5 56: 3
PIRGL T 2 EARYE , F B T 7R & PO DR R A s A
AR T E I HCC 4 o, HePC Xk Y8 T JF 41 i
CEEL D 5 17 AS A2 O[5 490 i 5 R85 4 s 3 13 B B AR
HcPC H A tH 41 i B HRFAE , {5 I AN B Wk 3 HePC A2 4
YIS IR , #H I , HePC R IE T HFAm R 1) 22 01k

JAHRE R 4R

P“‘\‘\d‘

JER AR

E1 FrEAmeskiRrEE



- 76 -

Hp L MR R iR YT 4K, 2021, 28(1)

A F M 20 I m K AR, BBl R 4
P 51 1 0 G AR R R B R AR S5, FE R AR RS M T
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HCC 1) /)N BRAR B, 25 5 15 A% 1 2300 B3 R0 44 oh S 85
FEYN M 5256, UE B T HCC 232 ZER IR T FTF 410 i A0 AR
SR ) R AR AR IR HAR ST AR AS T A
(R 4518 , & W HePC ISR JEAL-F- AN 2 4 i, it
A UL fe e AHL 41 Bl COP (5 40 A ) 2 5 3 A2l 3 A
-5 2 B S S5 e AR

HABFE H L RER] T ARSI 4H i
b ZHTRIEE TR R, R R (E DR REIE N 2
e A 20 i A& FEAE T, 77 A Ty e M T 440 i R IE &7 28
D Wi o i 1 AT 1 W= N T A e e
& HePC [k J8 . (Hd I 1% R IB ERHERR 7 HCC IR H
JH B R A0 B A AR 1 20 B B Rl R e, AT 5 0 T X
ANSEW T 53 A IR AT G A AN P AR A i A R
JHF P AR AL 52 5 39 5 A 0 o RO 7 R U 7 JH 24
B A2 98 AH 5¢ HCC [ D 5 41 B o2, I8 AT
A A BE RN HePC R IR . SR 2 (R 1 208 15 7
M7, HCC R 5 T 140 i 1 A -5 5 40 B>, 4
R 1 AR AT REAE .

JH I — B R B, HePC 1 e H BRLTE 3T T 1k
] 5 57 9k B2 B 45 74 Cectopic lymphoid structure , ELS)
o SR JE RS ORI IR R . ELS A2 R TE K AR 8 0E
S SE BT 5 A PR I TR RS T R Y bk 2 4 P 5K
SRR FLHRMBGMAEWNHL, HEHL Y b
FALTHRE S, ELS v AR LR S HePC A=
AP 14 g 0 R R MU SO B, T B 9 R B i R
TR B AE 5] AN R AL e 5 EE R,
HIhfe T BRI HCC [ R R,
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H /T HCC M2 W i 1L B4R I R 2 W e 228
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FLAE T, 75 AR LA, 85 AN i A Fee 1 DR 4
I I W B A FE T AR AR S RS B O I T
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AR BRI H IR ) AR 2 1 1 A b B K ORI
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AT WA P

24, DA KR T — % HePC 1AM Sk %
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H, HAENIE BRI 24K, Z 54 g E T % A
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A R AN MR CDA4, i 5 40 i e 57 9 20 D
AR L A0 BB, SR T 7R S PR R AL R, CD44 7
HePC A )Rk B, X ml ik — DR iE B i i &
() FFF 20 B PR SR PR ALY . AIF 7T R B, HCC 1 R AR
T Bl I CD44 38 55 (1 AE K B 75 5 5 S 40 ] pS3 1
FIERELM . 53— W FNHIER , CD44 v DL i 1E
S I8 B A 1 Yes AH 2K £R 1 1 (Yes-associated protein
1, YAPD) , TG 7E HCC & A= i R v & 4% 18 4 Jirb 988 441
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I HE CRE 1) JE A 40 BRI 2 T REAE i B F R
B AR BRI (9 RE 30 I HL, #| EpCAM
{140 2 T 5 00 4 O 3 i k2o B AR e 8 )
H, [EHBVIEJM M T, EpCAM A2 i i 1 3% i P
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A K2 Wnt 18 45 19 i 988 - &1 Jf A SRR A0E 255 TR] 1) 3R Ak,
%X 2% B EpCAM i i i00% Wnt/B- M 5 A 15 5% 1k
oK o FE T 40 M 0 RS 1 o 3K B A EpCAM 4
HcPC ML . [F I o B 50 R B, 78 B 0 T
fifi 4k, o 43 5 H 1R EpCAM (1) 8 1 40 B A 4 A , T
T 430 Wt £5 5 AT FRIEE O PR F IR E T A
B F HCC R4 . K22, EpCAM (1) 3K ik Tt i Xt
HCC W R AR e f e — e AR EEA . bk,
5 EpCAM 8 #H Lt , EpCAM (1) fif s s BT o vy
) i R84 A SR R AR R S A AR A7 2R, I o g
R, EpCAM (1 3R 1A 5 5 g o0 A 2 v DA JZ
TEARA K. AU ¥ EpCAM, it &
L2 (1) EpCAM 7] 58 i M v A 1 1) B R 4l
BIE ST ML TS VR 48 AR

H AT, % EpCAMAE 5t J5 1A% HCC 1R &4t
J& 5244 TREAL TCCAR-T) 4 AU F9 1fs PR AiT AJF 70 1E 76 32
177, teAh, B0 T AR A EpCAM /B B il 4%
FRETR ST HCC (IR SR (DO T , T 45 B brifEfL
ST, A REAE IR MR I HCC B ) 3R 45 50 47 11 s
PRIT RV, 55 A W F0 4 ik i 7 #E [ CD133 Al
EpCAM IR o4 , & 6 3 7] 126 328 [ 25 R A VD F) 85 =
CLP M HCC AR K 1 B IR A S 1 2 1L
RNA Z9K 3K, 147 F T U1 3 EpCAM 2 A 1 /N4
RNA UL K8 25 2 B AR e , Fehu s i) b [F) Th
REAEARS L S/ BRAR ALY 4 21 35 1E
3.3 SOX9

SOX & [ K& — M & A & AR 5F [ HMG &5
P e 3 15 TR, 2 5 0 L 3 40 %) T e 4 ) ok
SECY, T H SR R 5 SOX9 7T N 17 5 e fr ik | —
AN KR/NE) 3 Mb HAS 8 oAt B 1 Jof s AL 225 R] 179 [X 3k
Hrll, SOX9 AT LA4ERF M i 78 & & i F2 ok 1k
R ANTHEFE R, 57K B, SOX9 A2 4
FEIHE P91 3 B B R RSO 1 T TR
I IR 1 % LA P 1 1 40 i R 15 SOX9 it %
IRRERE KA L H R T RE /). 1X ST AT fE A2 SOX9
£ HePC W R FEAE NS 2 — o AT ORI,
SOX9" 4t il F. A7 F 858 35 A1 734k 5 SOX 94 it 1) e
77, FEAE S PR 1 3 B SR e R B /N R b 2 5, DA
i TR 2R T BRI . 3% Rk SOX9 78
HCC KA R H AR . W AR, PiER
SOXO9 u LAl HCC 4 i i 15 5 3L #5 A= 28 e T

A1) b 98 T2 % T I 3 3 9 1 42 i 1) Wnt i 42 I
HCC i — 2 i zitk. XN SOX9 7E HCC K& J#
TR EAE RS —EEH . A FE ARG IR
AEE AT R B, SOX9 m 2RI I HCC B3 AR A7 1
B, T HAE Nt FLAR I « 5 R R B S 1 R R
WA E T RALLE R, UH SOX9 B Tz i il s
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BF 550 B, 5 26 18 SOXO 4 i v 2 4 3F Jé
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34 0OV6

G053 40 A 8 IR W G S 0 1D e i X 1 L
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B AN oAb 1S MEL T 44 T 40 i P 6 4T it DA B
[52] 240 it A R A U8 i /A 4B . OV A R ]
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W, I IR HAE A4 N A1 350 32 T S SR B ) AR 2R RN e 72
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OVe6 IR i dn i . A W7 R B, 5 OVe 4
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Y TP AR SR ™ R R 4LE e,
CK 19 [ 335 55 IR K /N FE RS IR 28 3045 12 3 AH 5
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150 1) 12 28 M DAL T 250 AR 5 — R
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